GABA-interneurons immunoreactive (IR
INTRODUCTION
Creutzfeldt-Jakob disease (CJD) 1 is a sporadic, familial, iatrogenic, or transmissible spongiform encephalopathy (TSE), which is characterized by widespread vacuolar changes, accumulation of a proteinaseresistant prion protein (PrP CJD ), astrocytosis, neuronal degeneration, and death (Bell & Ironside, 1993; Haywood, 1997) . Myoclonus and changes in EEG occur typically during the course of this disease, these symptoms being accompanied by a rapidly progressive dementia.
It is generally recognized that a proteinase-resistant prion protein (PrP CJD ), precipitates around neurons during the development of CJD (Wiley et al., 1987) . Accumulation of PrP CJD appears to precede neuronal vacuolation (Baringer et al., 1983) and to associate with the clinically relevant neuropathology (Jendroska et al., 1991) .
Among the various populations of cells present within the brain, neurons express the highest amount of mRNA for the cellular form of the prion protein (PrP c ) (Kretzschmar et al., 1986) and they thus represent the principal targets of the disease (Brandner et al., 
